Drosophila gastrulation serves as a model system to elucidate the genetic and molecular mechanisms involved in morphogenetic movements. The ligand of the FGF receptor Heartless, which is involved in mesoderm movement, has now been isolated and shown to be a link between a morphogen gradient and cell behavior.
These results highlight the use of defined deletions in the hunt for novel gene functions, to overcome certain cases of functional redundancy (if the genes in question are close to each other), or to look for subtle phenotypes which put limitations on the number of individual mutants that can be carefully scored. The success of Gryzik and Müller [2] depended on exploiting a new method to generate precisely defined chromosomal deletions in the Drosophila genome, which is currently used in a large-scale approach to generate a genome-wide collection of such deletions [3, 4] .
The same two fgf8-like genes were isolated in a totally different approach by Stathopoulos et al. [1] . For a number of years the group of Michael Levine has been analyzing the genetic cascade involved in the determination of cell fates along the dorsal-ventral axis of the early Drosophila embryos. Cell fates along this axis are controlled by a nuclear gradient of the transcription factor Dorsal, and the Levine group [5] has used expression profiling to identify genes regulated by various levels of the Dorsal morphogen. These studies aimed at defining a detailed developmental pathway leading to the establishment of the dorsal-ventral body axis in the fly embryo.
The FGF receptor Htl is activated by the transcription factor Twist in the ventral cells that represent the anlage of the mesoderm and that contain the highest nuclear concentration of Dorsal. Microarray screens identified a gene called Neu4 that is directly activated by low levels of the maternal Dorsal gradient in broad lateral stripes flanking the mesodermal anlage [5] . Initially, no function could be predicted for this gene, as only a small fragment had been isolated, which showed no clear homology to genes with known functions, and the gene annotation programs failed to detect the entire coding region. However, a combination of sophisticated computational and molecular methods led to the identification of the encoded protein as a FGF8-like molecule and in the discovery of a neighboring sister gene presumably generated by gene duplication [ 
